INTRODUCTION
Recently population based studies have revealed an alarmingly high incidence of gastric cancer in Kashmir (males 36.7/lO0,O00/year, females 9.7/100,000/year) [1] . Little is known about the factors responsible for this. Studies from other countries have revealed an increased risk of gastric cancer due to infection with H. pylori. Such a study has not been conducted in Kashmir Valley as yet. The present study was undertaken to have a preliminary viewpoint regarding the association between gastric cancer and H. pylori in this valley.
The mechanisms involved in the gastric carcinogenosis due to infection with H. pylori are not fully understood, but recently a model of the chronological changes that occur during the development of gastric cancer has been proposed. According to this, H. pylori infection leads to chronic inflammation of gastric epithelial cells due to which these cells get damaged at DNA level which in turn leads to mutation which ultimately culminates in gastric atrophy and intestinal metaplasia and hence gastric cancer [2] . Studies have suggested that the organism is strongly associated with gastric cancer and lymphomas of mucosa associated lymphatic tissue (MALT) [3] .
Evidence supporting a role of H. pylori in genesis of gastric cancer has come from three well designed seroepidemiological studies [4] [5] [6] . These studies reported that [7] . Notwithstanding, the results of studies examining the point prevalence of H. pylori in gastric cancer patients have varied significantly with some studies showing the prevalence of this organism in gastric cancer patients to be similar to or lower than that in control population [8] [9] [10] [11] .
The aims of the present study were multifold. 42(84%) were males and 08(16%) were females. There was no significant difference in age between male and female cases. These subjects were selected from the patients referred for endoscopic examination from the hospitals affiliated to Government Medical College, Srinagar. All the subjects were interviewed regarding drug intake (antibiotics, H2 blockers and colloidal bismuth) one month prior to endoscopic biopsy. Patients, who had such a history were excluded from the study. Patients who had gastroesophageal junction tumours were also excluded from the study. The diagnosis of the gastric cancer was confirmed by histopathological examination of biopsy material after processing. During upper G.I. endoscopy, the type of gastric growth viz. polypoid, ulcerative, infiltrative and fungating growth, the rough size of growth and location of growth either in the corpus or the fundus, or the antrum were also recorded.
(ii) Controls: The controls comprised 30 healthy volunteers who were apparently free of any disease and had no history of drug intake (antibiotics, H2 blockers and colloidal bismuth) one month prior to endoscopy. They were matched for both age and sex and all of them were hailing from the valley.
(iii) Endoscopy and biopsy specimens: All the cases and controls underwent upper G.I. endoscopy using injection diazepam 10mgs I/V as premedication. The cope used was GIF/GQOlympus. Once growth was seen in cases, multiple (at least two) biopsy specimens were collected from each of the following sites: (1) within the cancer itself, (2) the paracancerous area 2cms distal to the growth, (3) the antrum in those patients who had growth away from this site and (4) [3, 12, 15, 16, 19] [20, 21] . The valley of Kashmir in the Indian subcontinent is a high incidence area of gastric cancer [1] . The prevalence of H. pylori in the normal population has been found to be 33.33% by histology, whereas the present study has shown that in this area those who developed gastric cancer had no significant increase in the prevalence of H. pylori infection. This implies that mere infection with H. pylori cannot explain such a high incidence of gastric cancer in this part of world.
The patients who had gastroesophageal junction growths were excluded from the study because these growths frequently arise from the abnormal mucosa in Barett's esophagus and therefore cannot be ascribed to H. pylori infection and hence the confounding effect of Barrett's esophagus was removed [6] . Another [23] .
In our study, none of the cases had above mentioned pre-cancerous changes, therefore we believe that detection of H. pylori by histology has not underestimated the H. pylori infectivity results as has been reported in other studies [13] .
It has been thought that the initiation and promotion of the pre-cancerous lesions i.e. chronic atrophic gastritis and intestinal metaplasia, by H. pylori are influenced by several factors including gastric hypoacidity, bacterial overgrowth and diets low in anti-oxidants but high in irritants and mutagen precursors [2] . Helicobacter pylori infection among cases and controls almost in equal percentages (Cases 34% and Controls 33.33%) in this short study rules out this infection to be a single causal agent for cancer stomach. But we believe that the high incidence of gastric cancer in Kashmir Valley could also be due to other factors like diet which is peculiar among Kashmiri people. Such diets include excessive consumpion of salty tea, pickles, dry fruit, dried vegetables and leaves of Brassica Olericeaea (Hak) [1] .
In conclusion, the present study does not show any significant association between H. pylori infection and gastric cancer in high risk population of Kashmir Valley. The association is insignificant for both the types of Leuren's group of gastric cancer. Besides present study also concludes an insignificant association between antral tumours and H. pylori infectivity in Kashmir Valley. However, further studies especially on a larger group of patients, are needed to draw any conclusion in this regard.
